ABSTRACT Giant cell aortitis occurred in a 25-year-old woman, with absent pulses in the left arm and severe aortic regurgitation from dilatation of the valvar annulus. The aortic valve was replaced by a Starr-Edwards prosthesis, and the patient was treated with steroids. Five years later, she continues asymptomatic and haemodynamically stable. The left brachial and radial pulses have returned.
Giant cell aortitis can be a cause of aortic regurgitation, but it is rarely of such severity as to warrant valve replacement. A review of published reports showed only four such cases. 1-3 Two of these patients also had aneurysmal dilatation of the ascending aorta.1 2 We report a case of giant cell aortitis in a 25-year-old woman who had absent pulses in the left arm and severe aortic regurgitation from dilatation of the valve ring. The patient was successfully treated by aortic valve replacement and steroids.
Case report
A 25-year-old woman was admitted to hospital in January 1974 with a two-year history of increasing tightness in the chest, dyspnoea on exertion or excitement, and frequent temporal headaches. She gave no history of rheumatic fever, chorea, arthritis, tuberculosis, venereal disease, or polymyositis, and there was no family history of heart disease. Her right eye had been enucleated for retinoblastoma at the age of 2 years. Three years before her present admission she had an ovarian cystectomy that was followed by pulmonary embolism, necessitating anticoagulation. Six months later, on a routine medical examination, she was found to have a precordial aortic diastolic murmur.
She was pale and had absent left brachial and radial pulses and feeble pulses in the right arm. The pulse was regular. The The aetiology of giant cell aortitis is unknown. The panarteritis that occurs may be indistinguishable from that recorded in Takayasu's disease, and the differential diagnosis is based almost entirely on the distinctive age incidence. Nevertheless, Takayasu's disease, the onset of which is usually between the ages of 10 and 20 years, has occasionally been diagnosed in the elderly, and giant cell arteritis is not exclusively a disease of the older age groups. There is the same female preponderance in the aortic arch syndrome from giant cell arteritis as in classical Takayasu's disease. 4 The suggestion by Cairns and Oleesky5 that the two diseases represent a single entity and form components of a continuous spectrum of inflammatory arterial disease has much to recommend it. The proposal by Hall,6 that the term "idiopathic arteritis" should be applied to cranial arteritis, polymyalgia rheumatica, and Takayasu's disease, since they possibly represent different manifestations of one underlying disorder, is rational.
Current opinion favours an autoimmune aetiology. Antiarterial antibodies have been shown in some cases,7 8 but whether they are primarily implicated in the arterial damage is uncertain.
The aortic medial inflammation and necrosis that characterise the disease may extend into or cause obstruction of the major vessels arising from the arch of the aorta, resulting in inequality or absence of the pulses, as observed in this case. Stenosis or dilatation of the aortic lumen may occur with aneurysm formation9 10 and dissection may develop, especially in the presence of hypertension." The dilatation may affect the aortic valve ring causing varying degrees of aortic regurgitation. On the other hand, the aortic involvement may be asymptomatic, as has been proved at necropsy in some patients who present with temporal arteritis.
Surgical treatment of aortic regurgitation secondary to giant cell aortitis is reported infrequently. Austen 
